SUMMARY -Weber's syndrome is one of the classically described brainstem syndromes. The mesencephalic artery and the syndromes resulting from occlusion of its branches have been attracting increasing interest in the past few years. We present here a case of Weber's syndrome emphasizing that (1) it is one of the major syndromes deriving from infarction in the territory of the mesencephalic artery; (2) that at least two clinical patterns of Weber's syndrome may be distinguished on the basis of the presence or lack of abnormal somnolence, mental confusion, and abulia; and (3) that each one of these patterns seems to be correlated with damage to distinct zones within the general territory of the mesencephalic artery.
The association of third nerve ophthalmoplegia and contralateral hemiplegia was described by Weber in 1863 in a patient reported to have suffered from «severe rheumatic fever, since which time he frequently felt shortness of breath and palpitations of the heart» 45. At necropsy, «an oblong clot of blood» at the base of the brain, occupying the medial half of the cerebral peduncle close to the point of exit of the third nerve, was found. Nowadays, hemorrhagic infarction due to emboligenic valvular rheumatic heart disease would seem a reasonable explanation for the picture Weber delineated in his patient. Although he had also emphasized the presence of hemi-hyposthesia in his case, this has not traditionally been acknowledged as part of what later came to be referred to as «Weber's syndrome» (WS)1A In spite of the popularity it has always enjoyed among neurologists, relatively few case reports have been devoted to WS in specialized journals, perhaps because of the rarity with which isolated midbrain infarcts have been shown to occur: for example, Hinshaw et al. could not pick even one such case from their large series of 6,964 consecutive computerized tomographies (CTs) of the head 21. This might be one of the main reasons why the precise clinical limits and anatomic correlates of WS were never satisfactorily drawn, for in many cases on record additional signs and symptoms Neurology Service (Prof. H. Alvarenga), Gaffrée e Guinle Hospital, University of Rio de Janeiro (UNI-RIO). One month after the ictus, she was awake and oriented, though bradikinetic. A MMSE gave a score of 24. Ocular movements were full and a mild palpebral ptosis on the right was evident. The pupils were equal and reacted to light and accomodation. A proportional mildly spastic left hemiparesis was most obvious on the deficitary manoeuvers of Barré and Mingazzini, and as she walked she dragged the paretic foot. The tendon jerks were brisker on the left than on the right limbs. The left Babinski sign persisted.
Three months after the ictus, she had attained her premorbid behavioral status, scoring 28 at the MMSE. A minimal proportional left hemiparesis with Babinski sign and minimal action spasticity during walking were evident, Occasional slight upper lid ptosis could be observed on the right side. She had no complaints, was in a good mood and slightly hypotensive (110/65 mmHg), on a prescription of dipiridamole (225 mg per day) and aspirin (300 mg per day). Physical therapy was then discontinued in view of her satisfactory level of recovery 2, both in the motor and the behavioral realms (Fig. 2) . A second EEG had not significantly changed in comparison witn the previous one. A follow-mp CT showed a hypodense non-enhancing area in the lateral half of the right peduncle. Its dimensions had not apparently changed (Fig. 3) .
COMMENTS
From the available evidence it appears that WS due to arterial occlusion may occur in at least two distinctive clinical patterns.
In both, it apparently results from infarction within the territory of the mesencephalic artery (MA) What did not become immediately clear by the CT images alone, however, was the florid acute confusional abulic hypersomnolent state that developed pari passu with the motor signs, from ictus onset to resolution, indicating, as stated above, an involvement of the whole MA territory (Fig. 2) .
Since functional recovery from the confusional state and from WS proper took place, it might be argued that most of the MA territory, comprised by peduncle and midbrain tegmentum-medial thalamus, was exposed to a particular type of ischemia not necessarily visible on CT images («CT-negative ischemic» 4 »29) for some time. Such effects have been well-recognized, for example, in cases of subcortical aphasia 35^ but their existence at the posterior circulation level, though probable 15, should be better substantiated yet.
The differential diagnosis in cases of reduced wakefulness, confusional state, and localized motor weakness with slowing of the EEG, includes expanding intracranial massS.w drug intoxication i, infection 1.31, psychiatric illness 31, and a variety of stroke-inducing diseases 6,7,13,14,17,19,38. The possibility of demonstration of hypodensities in the brainstem by CT 4 2 has been playing a major role in neurological diagnosis and management. Thanks to it, we can presently not only avoid submitting patients to unnecessary invasive procedures, but may attempt to understanding more accurately the capricious logic of symptom production in cases of discrete intracranial lesions as well.
